The fall in platelets and haemoglobin coincided with the application of Quinaband, and these values rose when the dressings were withdrawn (albeit aided by transfusion), suggesting a causal mechanism. The large, deep ulcers allowed considerable absorption of the quininelike agents in the dressings and presumably led to the formation of platelet antibodies and hence thrombocytopenia. The coma after five days on the patient's regular thyroxine treatment is interesting. Firstly, she may not have actually ingested the tablets. Secondly, maximal action of L-thyroxine does not occur till after the second week. Thirdly, the anaemia may have precipitated coma in an already grossly myxoedematous patient. Finally, a combination of any of these three factors may have occurred.
The hypothermia may have been a defence mechanism to reduce the metabolic rate and counter the increased demands of the high-output state brought on by anaemia.
I thank Dr A L Wyman for invaluable help and criticism; Professor J Lee and Dr Nigel Huston for their support; and the department of medical illustration for the figure. 
Case report
A 52-year-old man was admitted to hospital with a six-week history of right-sided pleuritic chest pain associated with cough and breathlessness. These symptoms had persisted despite treatment with a broad-spectrum antibiotic. He was a cigarette smoker and worked as an operating theatre technician. He was afebrile with signs of a small right-sided pleural effusion, confirmed by a chest radiograph. The pleural fluid was amber and contained 98 /, lymphocytes. A pleural biopsy showed no diagnostic features. The appearances at bronchoscopy (Mr R J M McCormack) were normal. A Mantoux test (1/1000 tuberculin) was positive with 15 mm induration; white cell count was 8 4 x 109/1 (8400/mm3). The results of plasma protein electrophoresis and of tests for antinuclear and rheumatoid factors were all normal.
The provisional diagnosis was of tuberculous pleural effusion and he was started on rifampicin, 600 mg daily; ethambutol, 1-2 g daily; and isoniazid, 300 mg daily. Over the ensuing three months he continued to complain of right-sided chest pain and there was no further radiographic improvement. He was again bronchoscoped because the radiographic appearances were thought to represent collapse of the right lower lobe. Nevertheless, the appearances at bronchoscopy were again normal. Antituberculous chemotherapy was continued, and prednisolone was added.
Four months after presenting he complained of excessive sweating affecting the right arm, right side of the chest, and right side of the face. This occurred in paroxysms several times daily and was observed regularly during his subsequent readmission to the ward. During such an episode perspiration was visibly excessive over an area extending from the face to T10 level, and at all levels there was an abrupt cessation of sweating at the midline. During his final hospital admission his main complaint was of persistent right lower chest pain. Radiographs of the thoracic spine showed a thoracic scoliosis concave to the right, and, although serial chest radiographs failed to show reaccumulation of fluid, there was progressive shrinkage of the right hemithorax. Needle biopsy of the pleura showed undifferentiated malignant cells invading muscle and fibrous tissue. His pain was satisfactorily relieved by a Cl cordotomy (Mr E R Hitchcock) and he died one month later.
At necropsy (Dr H M Gilmour) dense tumour tissue obliterated the right pleural cavity and totally encircled the right lung. The histological features were those of anaplastic carcinoma with a prominent fibrous stromal reaction. A nodule within the posterior basal segment of the right lower lobe showed similar histological appearances and this appeared to be the most likely primary site. Secondary deposits were also found in the peritoneum, pericardium, and tunica vaginalis of the right testis. No metastases were found in the brain and spinal cord.
Discussion
Apical carcinoma of the bronchus is a well-recognised cause of Horner's syndrome. Stanford4 has recently described two cases of pleural mesothelioma with interruption of sympathetic nerve supply to the ipsilateral arm. Conceivably these destructive phenomena could be preceded by a phase of-local irritation causing sympathetic excitation. This appears to have been the course of events in this patient, and as intrathoracic malignant disease is common it is perhaps surprising that this particular complication has not been seen more frequently.
The author is grateful to Dr G J R McHardy for permission to report this case. 
Case report
A 54-year-old woman was admitted on the evening of 24 December 1975 with a rectal temperature of 29 5 C. The outdoor temperature that afternoon was about 4 C and she had been lying, fully clothed, for not more than seven hours on an internal common stair. She was incapable of giving a history, but according to her relatives had been a heavy drinker for five years. She had been ataxic for some months, and one week before her admission she had been found cold and drowsy, but had recovered at home.
She was drowsy, obese, cold, and hyperventilating. She did not smell of alcohol, moved all four limbs spontaneously, and responded to painful stimuli. Cranial nerve function could not be tested fully. She was normotensive (blood pressure 140/80 mm Hg) with a regular pulse of 80/minute. Emergency investigations showed hypokalaemia (serum potassium 2-3 mmol (mEq/l), blood sugar of 16-4 mmol/l (295 mg/100 ml) and a compensated metabolic acidosis. She was given ampicillin, oral fluids, and potassium supplements and rewarmed passively. Thirty-six hours later her blood sugar had returned to normal and her oral temperature was 39 5°C. She was conscious, but apathetic and hallucinated. Bilateral sixth nerve palsies, bilateral vertical nystagmus, peripheral neuropathy with bilateral foot-drop, and ataxia of all limbs were then obvious. Wernicke's encephalopathy was diagnosed and she was given intramuscular thiamine 100 mg and intravenous parenterovite HP daily. She continued to have hallucinations for several days; as this resolved, severe memory impairment with confabulation became evident. The peripheral neuropathy improved very slowly; the ataxia persisted. In view of the Korsakoff's psychosis she was transferred to psychiatric care.
